Introduction 50
The bed nucleus of the stria terminalis receives adrenergic, noradrenergic, serotoninergic, 51 Brain slices preparation and electrophysiology. Rats were anesthetized with isoflurane and their 131 brains were rapidly removed. Coronal slices (250 µm) containing the BST were prepared in ice-132 cold physiological solution containing (in mM) 126 NaCl, 2.5 KCl, 1.2 MgCl 2 , 6 CaCl 2 , 1.2 133 NaH 2 PO 4 , 25 NaHCO 3 and, 12.5 D-glucose. Slices were incubated at 34°C for 60 minutes and 134 transferred to a chamber that was constantly perfused (1.5ml/min) with physiological solution 135 maintained at 34°C and equilibrated with 95%O 2 /5%CO 2 . Whole-cell voltage-clamp recordings 136 were made using microelectrodes filled with a solution containing (in mM) 70 K + -gluconate, 80 137
KCl, 1 EGTA, 10 HEPES, 2 MgATP, 0.3 GTP, and 1 P-creatine. 138
All recordings were restricted to the ovBST, and more precisely, to the dorsal half of the 139 ovBST ( Figure 1a decreased AMPA-EPSC pre-synaptically since we measured a significant increase in PPR 50msec 251 (Figure 4b1) . Furthermore, the α2R antagonist yohimbine (5µM) completely abolished NA-252 (t (15) =-7.7, P<0.0001) and DA-(t (13) =4.9, P=0.0001) induced reduction in AMPA-EPSC (Figure  253 5). In contrast, the effect of NA was unaffected by α1-and β-adrenergic receptors blockade with 254 prazosin (5µM) and propranolol (5µM) (Figure 5c ). 255
Localization of D1R and D2R in the ovBST 256
We observed immunoreactivity for both D1R and D2R in the anterior BST (Figure 6 ). 257
However, the distribution of immunoreactivity for both receptors was not homogeneous. 258
Notably, the ovBST was completely devoid of D1R immunostaining (Figure 6a ). In contrast, the 259 ovBST contained immunoreactivity for D2R, which, at the light microscopy level, appeared to 260 be in the neuropil and cytoplasm of some cells bodies (Figure 6b) . 261
Discussion 262
This study examines the effects of DA in the ovBST of the rat, and demonstrates the 263 involvement of differential mechanisms for its effects on inhibitory and excitatory synaptic 264 transmission. DA reduced the amplitude of whole-cell evoked GABA A -IPSC pre-synaptically in 265 an exclusively D2R-dependent manner, while it reduced fast excitatory transmission, also pre-266 synaptically, but through α2R. This conclusion is strongly supported by the use of specific D2R 267 and α2R agonists and antagonists, and immunohistochemical evidence for expression of α2R 268 detected low-level expression of D1R (see Figure 6 ). It should also be noted that there was 298 virtually no detectable spontaneous EPSC in our experimental system. Accordingly, the effects 299 of DA on evoked EPSC were measured by electrically stimulating the stria terminalis, the main 300 route of excitatory entry to the ovBST (Larriva-Sahd 2006). As such, our study extends Kash et 301 al. by revealing regional D1 effects within the dorsolateral BST. 302
In our system, the effect of DA on the amplitude of evoked EPSC was not mimicked or 303 reproduced by D1R or D2R agonists, but was dependent on pre-synaptic α2R, as described 304 previously for NA ( equipotent at reducing AMPA-EPSC in the ovBST (see Figure 4a1 and b1) . However, it is yet 320 unclear whether α2R-mediated regulation of excitatory transmission by DA is physiologically, 321 behaviourally, or pathophysiologically significant. In vivo, DA can, at best, be measured in the 322 nM range in the BST (Carboni et al. 2000) . In brain slices, exogenous application of DA in the 323 nM range does not produce significant effects (see Figures 2 and 4) . We thus suggest a double-324 dissociation between the effects of DA and NA on inhibitory and excitatory synaptic 325 transmission in the ovBST (Figure 7 ). This double-dissociation is appreciable at lower 326 concentration of both DA and NA (e.g. at 1µM). It is thus likely that in physiological conditions, 327 the effect of DA is restricted to inhibitory transmission whereas NA should preferentially 328 modulate excitatory synaptic transmission. 329
In contrast to DA and NA, 5-HT does not modulate excitatory transmission and is largely 330 
